Amyloidosis is an uncommon complication of juvenile rheumatoid arthritis. Forsyth (1960) described such a case, where, in additon, there was small vessel calcification. The following report of a similar case is of interest in view of the extensive arterial calcification, amyloidosis, and arteritis seen at necropsy.
wrist showed slight decalcification.
He was given soluble aspirin for one month, but then relapsed and was treated with prednisone, 20 mg./day, with marked improvement, and he was eventually discharged when aged 3j years on no treatment.
A month later there was a recurrence of the arthralgia, rash, and pyrexia. Again there was a poor response to salicylate treatment, and gold therapy was started, but after a single injection of 1 mg. soluble aurothiomalate he became jaundiced: serum alkaline phosphatase was then 106 KA units, SGOT 160 units, and SGPT 175 units. No further gold was given and prednisone was restarted. Aged 4 years 1 month he was discharged on 5 mg. prednisone twice weekly, being fully mobile and having no joint pains. He remained well, and steroid therapy was stopped a year later. Received March 25, 1968. When aged 8j years he developed jaundice at the same time as his mother and two sibs. In addition, he had abdominal pain and a generalized morbilliform rash. He was transferred to hospital as he was vomiting and had developed abdominal swelling. On examination he was thin and jaundiced. The large joints were swollen and tender. There was marked ascites and hepatosplenomegaly.
Hb 12-9 g./100 ml.; WBC 20,000, polymorphs 71%; platelets 746,000 per cu.mm.; serum protein 3* 9%; albumin 1 *04%; oal-globulin 0*36%; acx-globulin 0*67%; ,-globulin 0-75%; He vomited blood on several occasions, and barium swallow suggested early oesophageal varices. Extensive bruising now appeared and he required analgesics for relief of retrosternal and upper abdominal pain (which, in retrospect, was probably angina). There was some remission of the joint pains and 4 months after his admission he was able to walk with some assistance. Two weeks later he had a generalized convulsion. Blood pressure was 200/140 mm. Hg, blood urea 175 mg./100 ml.; acid-base estimation showed a severe metabolic and respiratory acidosis; serum calcium 6 2 mg./100 ml.; serum phosphorus 11 9 mg./100 ml. He died 2 days later aged 8i years.
Necropsy. The following are the relevant findings. In the heart the atrial walls were rendered rigid by hard yellow-green subendocardial plaques of calcified material (Fig. 1) . The coronary arteries were also rigid and calcified, and several branches, including the anterior descending and the left circumflex, were occluded. Histologically, deposits of calcium were seen in the subendocardial tissues and small areas of fibrosis were present in the myocardium.
In the vascular system the aorta showed slight fatty streaking but no calcification. However, all the major branches were rigid and calcified, some of the smaller vessels being almost occluded. Very marked medial calcification was seen in the coronary (Fig. 2) , mesenteric, coeliac, thyroid, hepatic, splenic, renal, and intramuscular arteries. The intemal elastic lamina was fragmented and reduplicated, and subintimal fibrosis was marked. Occlusions were seen in the small branches ofthe coronary arteries (Fig. 2) . The arterioles of the liver, heart, spleen, adrenal, and kidneys had a deposit of hyaline material in their walls giving a positive reaction with Congo red, suggestive of amyloid (Fig. 3) . Post-mortem x-ray of the right kidney demonstrated the extent of the vascular calcification (Fig. 4) .
In the endocrine system the parathyroid and pituitary glands were normal, but the other glands showed marked amyloid infiltration.
Examination of the ribs showed decreased density, and at the costochondral junction normal cartilage maturation was lost, only a few shrunken irregular cartilage cells being found (Fig. 5) . (Ansell and Bywaters, 1956; Schlesinger et al., 1961) . Amyloidosis is a rare complication, estimates varying from 1 in 100 cases (Schlesinger et al., 1961) to 11 in 316 (Ansell and Bywaters, 1956 ). This is in contrast to adult rheumatoid arthritis in which the incidence of amyloid ranges from 4% (Fearnley and Lackner, 1955) to 15% (Missen and Taylor, 1956) , and even as high as 60% (Teilum and Lindahl, 1954) . Amyloid deposition was marked in the present case, in particular in the kidney where there was virtual replacement of all glomeruli.
The prognosis is poor and survival is said to be less than 5 years from the diagnosis (Kenney and Calkins, 1965) . Steroid therapy in amyloid disease has been said to cause worsening of the condition in experimental animals (Teilum, 1952) . However, other authors have failed to confirm this (Cohen, Calkins, and Franklin Mullinax, 1962) . Furthermore, C. C. Forsyth (1960; personal communication, 1966) has described a case of juvenile rheumatoid arthritis complicated by amyloidosis and small vessel calcification in which treatment with prednisolone produced regression of the amyloid disease. Equally intriguing in that case was the undoubted diminution in vascular calcification and the recalcification of the skeleton which followed the prednisolone treatment.
Vascular changes have been described in many cases of adult rheumatoid disease and may be divided as follows: (1) subacute lesions of small vessels, in myocardium, muscles and nerve sheaths (Cruickshank, 1954) ; (2) severe necrotizing arteritis indistinguishable from polyarteritis nodosa (Ball, 1954) ; and (3) bland intimal proliferation usually of digital vessels, which may progress to an obliterative endarteritis (Bywaters, 1957) . This third type is similar to that seen in the present case.
Arterial calcification in childhood, though uncommon, has been described by many authors in a variety of disorders such as syphilis, idiopathic hypercalcaemia, and hypervitaminosis D (Baggenstoss and Keith, 1941; Stryker, 1946; Moran and Steiner, 1962) . However, in these conditions it usually involves the coronary arteries only, with death in the first 6 months of life. Calcification of vessels in juvenile rheumatoid arthritis has been reported by Forsyth (1960) , but not to the degree observed in this case. Hypervitaminosis D and idiopathic hypercalcaemia were excluded as causes in this case.
In considering the sequence of events in our patient it appears that this child's juvenile rheumatoid arthritis was complicated by a widespread arteritis of the third type described by Bywaters (1957 
